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Tumor MHC Class I Expression Improves the Prognostic Value of T-cell Density in Resected Colorectal Liver Metastases
Simon Turcotte, Steven C. Katz, Jinru Shia, William R. Jarnagin, T. Peter Kingham, Peter J. Allen, Yuman Fong, Michael I. D'Angelica, and Ronald P. DeMatteo Synopsis: Using a tissue microarray of liver metastases from 158 patients with colorectal cancer, Turcotte and colleagues show that high MHC class I expression with dense intratumoral T-cell infiltration identifies patients with favorable outcomes independent of conventional prognostic factors. 
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ABOUT THE COVER
Dendritic cells (DC; large cells with dendrites) are master regulators of immune responses: They are the principle antigen-presenting cells for adaptive immune responses, and they have receptors for sensing pathogens and danger signals for innate immune responses. The competency of a DC to activate a robust immune response, particularly against weak antigens such as tumor antigens, depends on the countervailing effects of pathogensensing and regulatory T cells (Treg; salmon color cells). In the absence of Tregs, a naïve, conventional CD4 T cell (Tconv; sky blue cells), interacting with a DC presenting an antigen in an MHC complex (blue spikes from DC) for which the TCR of the Tconv is specific and binds with high affinity, induces the reciprocal activation of the Tconv and DC and the subsequent immune responses. In the presence of Tregs that also recognize peptide/MHC complexes on the same DC, the DC is prevented from becoming activated, thus restraining T-cell activation. If the DC receives a signal through its pathogen-sensing receptors, shown here as endotoxin bacterial lipopolysaccharide (LPS; dark green) stimulating the pathogen-sensing Toll-like receptor 4 (TLR-4; yellow receptor), it will then become activated even in the presence of Tregs. The activated DC will then stimulate the specific conventional CD4 T cell to undergo its full range of responses. To request permission to re-use all or part of this article, contact the AACR Publications Department at
